Considering the US Preventive Services Task Force did not find sufficient evidence for physicianprovided skin cancer screening, 5 there is an increased burden on patients to recognize features of MM to allow for earlier detection. Tapamole significantly improved sensitivity for MM recognition without decreasing specificity and is an ideal teaching tool to enhance self-screening for MM. Our study is limited by selection bias, lack of a control group, and no measure of learning durability. Larger interventional studies are required to further evaluate the applications and utility of GBL in dermatology. 
Clinical, dermoscopic, and trichoscopic analysis of frontal fibrosing alopecia associated with acquired dermal macular hyperpigmentation: A cross sectional observational case-control study
To the Editor: Acquired dermal macular hyperpigmentation (ADMH) 1 is an umbrella term to describe pigmented contact dermatitis, lichen planus pigmentosus (LPPig), and ashy dermatosis. Coexistence of frontal fibrosing alopecia (FFA) with LPPig has been described. The role of contact allergens in the pathogenesis of ADMH is well established, 2 while a role for contact allergens in FFA has been recently suggested. 3 This cross-sectional, observational case-control study was conducted in a tertiary care institute (July 2015-June 2017). Demographic and clinical features of 19 ADMH patients ( phototypes IV and V) with FFA were compared with a control group of 161 ADMH patients without FFA. Dermoscopic and trichoscopic evaluations were performed (Dermlite DL200, San Juan Capistrano, CA) with patients (n ¼ 19) and age-matched and sex-matched controls (n ¼ 19).
FFA is a rare cause of cicatricial alopecia in Asians. Of late, there has been a rising incidence of FFA, often in association with ADMH. In the current study, increased use of cosmetic products was observed (P \ .001; Table I) . 4, 5 The recession of the frontal hairline in FFA and co-localisation of ADMH pigmentation suggest that contact allergy to hair dye and facial cosmetics play a role in their causation. A higher concentration of hair dye products on the anterior hairline with the initial stroke of application, with reducing gradient posteriorly could explain the preferential involvement of the anterior hair margin in FFA. In addition, hair cover will protect the posterior scalp skin from direct contact with hair dye products. Positive photo-patch tests to para-phenylenediamine in ADMH patients have been reported. 6 The preferential involvement of the photo-exposed hairline in FFA can be explained by the same pathomechanism. An increase of Langerhans cells in FFA biopsies also supports the role of contact sensitization in its pathogenesis. 7 A deficiency in PPAR-gamma has been associated with both cicatricial alopecia and contact allergy. PPAR-gamma contributes to melanocyte proliferation 8 and its deficiency might lead to the deprivation of melanocyte-dependent free-radical scavenging in the hair follicle, especially in an inflammatorybackground, such as ADMH, leading to follicular regression. 9 The presence of pigmented structures preferentially around black hairs is a novel trichoscopic finding (Fig 1, C and D) . Melanocytes among the vacuolated basal cells in ADMH might be continuously replenished from the pigmented hairs. 9 Such melanocyte replenishment might not occur at areas of alopecia. In fact, decreased melanocyte number as the cause of hypopigmentation in FFA has been documented in a recent study. 10 Moreover, MITF signaling regulated by PPAR-participates in the anagen hair cycle and melanogenesis. 9 In FFA, vellus hairs with a short anagen phase are lost initially, leaving hypopigmented cicatricial scalp at later stages. However, further studies are needed to confirm these speculations.
Similar to the findings of a case series by Pirmez et al, we found a dotted pattern (Fig 1, A-D) as a distinctive dermoscopic pattern of ADMH with FFA (P ¼ .042). 11 This pattern denotes follicular involvement. 6 Romiti et al highlighted a prominent perifollicular involvement on histopathology of ADMH patches with associated FFA. 12 More symptomatic lesions of longer duration with severe dermoscopic grades (Fig 1) suggest that severe ADMH with the dotted pattern is more likely to progress to FFA in the long run. Hence, a close clinical follow-up and frequent trichoscopic evaluations of the hair margin are warranted in such patients for early detection of FFA. Bioimpedance measurement as an assessment of margin positivity in Mohs surgical specimens of nonmelanoma skin cancer:
Management implications
To the Editor: Nonmelanoma skin cancer (NMSC) is responsible for significant morbidity, with squamous cell carcinoma also potentially causing mortality. Mohs micrographic surgery (MMS) has become the standard of care for high-risk lesions, but the need for histopathologic margin assessment at each stage significantly adds to the duration of the procedure, particularly in multistage cases. Bioimpedance spectroscopy is a novel ex vivo technique that relies on differing flow of electric current through diverse tissue types (such as muscle and fat)-a property related to the varying water and electrolyte compositions of cellular components. 2 It has been used to measure total body water, detect lymphedema, and differentiate benign from malignant lesions. 2 This technology has also been applied to intraoperative surgical margin assessment for urologic malignancies. 3 However, it has not yet been applied to margin evaluation in NMSC.
We assessed the sensitivity and specificity of bioimpedance (compared with frozen section histology) for detecting the presence of malignant cells in the margins of MMS specimens of NMSC.
A total of 151 specimens from 55 primary malignancies in 50 consecutive patients undergoing MMS for NMSC were assessed to compare ex vivo bioimpedance spectroscopy (MarginScan, NovaScan LLC, Milwaukee, WI) with traditional frozen section histopathologic methods (Fig 1 and Table I ). Institutional review board approval was obtained. Bioimpedance measurements were performed and the results were fit to a Cole-Cole function curve to 
